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W O EE  (330) @ Although congenital anomaly syndromes (CAS) often complicate
malignant tumors, pathogenesis of CAS and these tumors are not fully understood. Thus,
to investigate molecular pathogenesis of CAS and complicated tumors, we performed
genome—wide copy number analysis of hepatoblastoma in Sotos syndrome, retinoblastoma in
Arima syndrome and ovarian cancer in Noonan syndrome using SNP—-genotype microarrays.
Several unknown copy number changes including high—grade amplification of 2q24, gain of
chromosome 2 and uniparental disomy of 18p were identified in these tumors. Our results
suggest that candidate target genes involved in the pathogenesis of complicated tumors
would be exist within the regions showing copy number abnormalities.
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